A case of supravalvular aortic stenosis is described. The diagnosis was suspected from pressure curves obtained at retrograde catheterization of the left ventricle. At operation a circular narrowing of the aorta 2 em. above the valvular ring was seen. No attempt at surgical correction was made; the patient died at the end of the operation.
A murmur was first heard in 1940 by a school physician when the patient was 8 years old. At the age of 19 the boy complained of easy fatigue. In 1951 a harsh systolie murmur, grade III to IV, was heard at the second right interspace near the sternum; it was accompanied by a thrill over the cervical vessels. A diastolic murmur was not heard. A rather loud second aortic sound was noted. The right ventricle were normal. The myocardium of the left ventricle was greatly hypertrophied. Roentgenograms of the specimen with barium contrast medium showed very clearly the cusps and supravalvular stenosis. The left coronary artery was, very poorly filled ( fig. 10 ).
On microscopic examination the aortic wall just above the cusps showed a distinct hypertrophy of the media, which was most pronounced at the height of the stenosing ring. Except for this hypertrophy of the media, the aortic wall in this area showed no gross changes, in particular no leukocytic infiltration or Asehoff bodies. There appeared a slight grade of mucoid degeneration of the media that resembled that seen in cystic medial necrosis ( fig. 11 ). This mucoid degeneration extended over a short distance along the media of the coronary arteries. At the fusion of the left cusp with the aortic wall there were no distinct inflammatory reactions ( fig. 12) . A small atrophic muscular bundle ran from the more ventral to the more dorsal com-.flissure in the left aortie cusp a few millimeters from the line of fusion ( fig. 13 ). The aortic wall 3 em. above the stenosis showed no abnormalities. The myocardium of the left ventricle showed an advanced stage of fibrous myocarditis.
DISCUSSION
The origin of the lesion seems to be congenital. Clinically there are no reasons to suspect a rheumatic etiology. There is probably a relation between the mucoid degeneration and the constitutional type of patient, which in certain points resembles that of the Marfan syndrome. The fusion of the left cusp with the aortic wall explains the anginal complaints, the electrocardiographic changes, and left aortic cusp and aortic wall; no infiamthe ventricular fibrillation at the end of the surgical intervention. The aortic regurgitation was also caused by this particular feature. We consider that this fusion developed gradually and is correlated with the progressive electrocardiographic changes and the rather abrupt onset of very severe anginal complaints. The fact that the very evident auscultatory signs of aortic regurgitation were not perceived at the first examination of the patient in 1951 would also point to this conclusion. The microscopic . examination, however, does not confirm this supposition.
The pressure curves show some interesting peculiarities. Superimposing the aortic curve and the left ventricular curve obtained at operation, we see that the dicrotic notch of the aortic curve falls distinctly by a time interval of 0.02 second after the descending branch of the left ventricular curve ( fig. 14) . This is easy to understand when we realize that the dicrotic notch of the aortic curve is located on a higher pressure level than the notch of the curve obtained between aortic valve and stenosis. This last curve shows also a lower diastolic level and a much steeper descent than the aortic arch curve. It seems that the stenosis minimized the aortic regurgitation. When we observed these 2 features more closely of a lower diastolic level just after the cusps and a dicrolic notch in the aortic curve that falls after the descending branch. of the left ventricular curve, we no-DENIE, VERHEUGT1 
